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Introduction
Dendritic cells (DCs) are known to have potent, but differential, immunoregulatory capabilities, dependant upon the environment that they are sampling (Banchereau et al., 2000; Steinman and Hemmi, 2006) . Regulatory or tolerogenic DCs, which enhance Th2 or regulatory T cell responses, can be generated after exposure to hormones, cytokines, or soluble mediators like glucocorticoids (CORT), vitamin D, IL-10, or TGF-b (Adler and Steinbrink, 2007) . In contrast, immunogenic DCs, which propagate inflammatory, Th1, and Th17 responses, can be generated after exposure to inflammatory signals like LPS (Cella et al., 1997; De Smedt et al., 1996) , IL-1b (Wesa and Galy, 2001) , or ligation of CD40 on the cell surface (Cella et al., 1996) . The release of neuroendocrine hormones (e.g. CORT and catecholamines) and circulating cytokines (e.g. IL-1, TNF-a and IL-6) as a consequence of stress alters the milieu in which DCs are primed, activated, and take up, process, and present antigen (Bros et al., 2007; Maestroni, 2006; Sabatte et al., 2007; Saint-Mezard et al., 2003) . Stress-induced changes in the microenvironment influence DC priming and activation, which will, in turn, further regulate and shape the adaptive immune response.
The activation of naïve CD8
+ T cells depends on antigen presentation by DCs. Several factors contribute to the efficacy of DC-T cell interactions including the number of cells present, the concentration of antigen, and, importantly, the expression of cell surface molecules (e.g. MHC, CD80, CD86, and cell adhesion molecules) (Bousso and Robey, 2003; Guermonprez et al., 2002; Hall et al., 2004; Moser and Murphy, 2000) . Upon activation, T cells migrate to and enter damaged, inflamed, or infected tissue. CD8 + T cells eliminate and maintain immunity to influenza virus infection. These cells facilitate the clearance of influenza virus-infected cells by secretion of cytolytic agents (e.g. perforin and granzymes) and cytokines, (e.g. IFN-c), and through Fas/Fas ligand mediated apoptosis (Doherty et al., 1997; Lukacher et al., 1984; Topham et al., 1997) . After termination of the primary viral infection, memory CD8 + T cells provide long-lasting protection against re-infection with closely related virus strains (Woodland et al., 2001) . Previous studies from our laboratory indicate that neuroendocrine activation, through the experience of social disruption stress (SDR), or repeated social defeat, results an increase in co-stimulatory molecules important for CD8 + 
